Insulin action in uremia.
The evidence appears overwhelming that insulin resistance is the major cause of the carbohydrate intolerance observed in chronically uremic subjects and that the primary site of this insulin resistance resides in peripheral tissues, muscle. Diminished lipoprotein lipase activity, perhaps related to decreased insulin sensitivity, is in large part responsible for the hypertriglyceridemia. However, there is some evidence that increased VLDL synthesis also contributes to the disturbance in lipid metabolism. This latter abnormality may be related to the high circulating insulin levels that result from the insulin resistance. In contrast to glucose and lipid metabolism, the plasma amino acid and potassium lowering effects of insulin are normal in uremic individuals. Whether there is an impaired ability of insulin to stimulate protein synthesis and inhibit protein degradation remains to be delineated.